questions remain, many of which pose a bottleneck to clinical translation (Zeng. Hear J 2015; 68[1] :6):  It has been posited hidden hearing loss explains age-related hearing difficulty, auditory processing disorder, tinnitus, and hyperacusis. How does a single injury manifest (at a minimum) as four distinct pathologies? What are the factors that lead two people to suffer the same acute injury, but develop different phenotypes? How does this peripheral injury interact with predispositions, lifestyle factors, and cognitive factors such as attention or working memory in contributing to patient outcomes?  An analogy has been drawn between hidden hearing loss and auditory neuropathy, the latter of which is characterized by normal hair cell function with an absent ABR. Many authors have suggested that hidden hearing loss is akin to a mild form or auditory neuropathy, especially given the presumed behavioral consequences of the peripheral deafferentation. This analogy fails to consider a competing hypothesis for neuropathy, however, which suggests these listeners have plenty of afferent synapses that simply fire dyssynchronously ( This work provides game-changing understanding into potential mechanisms underlying listening difficulties, and has posited elegant hypotheses that make strong predictions about factors contributing to these difficulties. But while this work may one day offer strategies for diagnosis and management, many questions stand between not-so-hidden hearing loss and the clinic.
Dyssynchronous synaptic activity at the inner hair cell afferents would be qualitatively distinct from a loss of those afferents. 
